Bilateral facial palsy is a rare clinical entity, which is often a special finding of a systemic disease, occurring in 0.3% to 2.0% of facial palsy cases 1, 2 . Many of them are potentially life-threatening, and therefore the condition requires urgent medical intervention. Bacterial meningitis, Lyme Disease, (Bannwarth syndrome), syphilis, infectious mononucleosis, Guillan Barré syndrome, leukemia, sarcoidosis, Mobius syndrome are the most common cause of bilateral facial paralysis 3, 4 . In this paper, we present a case of a previously healthy in young woman, who was hospitalized with symptoms of meningitis associated with herpetic infection.
CaSe
A 16-year-old female without history of previous medication or illness presented to her primary care physician with a 1-day history of severe headache. One day later she presented with fever, nausea, vomiting, photophobia, meningeal signs and petichial skin bruising.
She was hospitalized due to probable meningococcal meningitis. Table 1 . Began empirical antibiotherapy with ceftriaxone 2 gr BID/ IV and corticotherapy (dexamethasone). On the third day of her admission to the hospital the patient developed vesicular skin lesions on the left side of her face suggesting herpes and was treated with acyclovir topical five times a day.
Past medical history -
From the previous CSF study no agent was isolated, except for Neisseria meningitidis. C-Reactive Protein DNA from Herpes simplex virus 1 and 2 (HSV1/2), Cytomegalovirus (CMV), EpsteinBarr (EBV), Varicella zoster virus (VZV), Mycoplasma pneumoniae (MP) and Mycobacterium tuberculosis were negative. The screening for RNA Enterovirus was also negative. The research for Borrelia burgdorferi, Wright reaction, Veneral Disease Research Laboratory test, Treponema pallidum hemagglutination, as well as for the direct and cultural mycobacteriological exam were negative. Table 2 shows the study results.
Antibodies to hepatitis virus C, HBs atg and the Human Immunodeficiency Virus (HIV) were negative. And so were ANA and ANCA. After 7 days of therapy with ceftriaxone, she still complained of headache, did brain and ear computed tomography scan, that showed no abnormalities and repeated lumbar puncture.
The CSF analysis revealed white blood cell WBC 260/uL, a persisting high protein level of 1.07 g/L, glucose of 0.46 g/L.
A cervical echography and chest X-rays showed no abnormalities. Ceftriaxone was changed to ampicillin for more 5 days. On the eleventh day of admission, the patient complained of difficulty in articulating some words, but showed no other signs and symptoms. The neurological examination was normal. After clinical recovery, she was discharged after 13 days of hospitalization.
One week later, she returned to the hospital with difficulty in opening her mouth and articulating words. She was examined by a neurologist and was admitted in the Neurological Department.
Neurological examination
Mental status -Alerted, oriented. Speech: difficulty in articulating words.
Cranial nerves -No alteration in visual acuity. Isocoric, photoreactive pupils. No ophthalmoparesis.
Normal facial sensibility. Bilaterally diminished nasogenian furrows, mainly on the left side of the face. No face mimics.
All other cranial pairs normal. The motor and sensitive examination of trunk and extremities was normal. She had no nuchal rigidity or other meningeal signs.
Repeated lumbar puncture and the CSF exam revealed: WBC 59/uL, glucose of 0.43 g/L, protein of 0.77 g/L, as shown in Table 3 .
All analysis made in the previous admission were repeated showing no abnormalities. PCR for Herpes virus in the CSF was negative, though with positive serologies for HSV1 (Table 4) .
Electromyography showed severe signs of axonal lesion of both facial nerves. The brain MRI (magnetic resonance imaging) showed abnormal bilateral Gadolinium enhancement in the intracanalicular part of both facial nerves, and there was no evidence of any parenchymal lesions (Fig 1) .
The diagnosis of bilateral peripheral facial palsy, probably associated to an infection with Herpes simplex virus was made and treated with acyclovir 800 mg five times a day Per Os, during 7 days. Support measures were also taken, namely physiotherapy, artificial tear eye drops several times a day and occlusive eye dressing on both eyes during the night. She improved on this regimen with completely resolution of her facial palsies, some weeks later.
diSCuSSion
The causes of peripheral facial paralysis includes many conditions such as congenital, traumatic, infectious, neu- 
Fig 1. T1-weighted coronal sections through the internal auditory canal. [A] Precontrast view and [B] postcontrast view after gadolium administration. Note the enhancement of intracanalicular part of both facial nerves (arrows).
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rological/neuromuscular disorders, metabolic, neoplastic, toxic, vascular, autoimmune, iatrogenic and idiopathic 3, 5 . The etiology of Bell's palsy is not completely understood [6] [7] [8] [9] . Unlike unilateral facial paralysis, where the cause is mostly idiopathic (over 50%), bilateral facial palsy is less often idiopathic (under 20%). Various infectious agents have been linked to facial palsy, such as the Herpes simplex and Varicella zoster viruses, mumps and the rubella virus, cytomegalovirus and HIV as well as Borrelia burgdorferi 1, 6 . Mycoplasma pneumoniae is the other important pathogen of upper and lower respiratory tract infections, which may cause extrapulmonary complications, namely in the central nervous system -meningoencephalitis and occasionally peripheral facial palsy [10] [11] [12] . More recently, the Herpes simplex virus has been implicated in the pathogenesis of Bell' s palsy 13 . Neisseria meningitis is a gram-negative diplococcus that can also cause peripheral facial palsy. It is still a cause of endemic and epidemic disease in developed 14, 15 and developing nations 16, 17 . This infection is a worldwide major public health problem. Children account for the vast majority of these cases.
A thorough history, a complete physical examination, and an exhaustive laboratory search are needed to clarify the etiology of bilateral facial paralysis. The entire process should include a complete blood cell count, blood biochemistry, C-reactive Protein, cerebrospinal fluid examination, immunoassay for EBV, CMV, HSV, Lyme disease and the Syphilis test. A complete microbiologic study and radiologic examination (computed tomography and/or magnetic resonance imaging) of temporal bone, brain and chest should also be done. Effectively, all the above-mentioned exams to establish the diagnosis.
In the present case, it was identified the etiologic agent -Neisseria meningitides, confirmed by the culture exam in the CSF. Gadolium enhancement was noticed in the intracanalicular part of both facial nerves. This finding advocated with neurological examination and electromyography supports the diagnosis of bilateral peripheral facial palsy after infection with bacterial meningitis. Antibiotherapy and corticotherapy were administered in the first four days of hospitalization.
In the second phase, when she was readmitted to the hospital, herpes simplex virus infection was diagnosed and she was medicated with acyclovir. She improved over the next days, and was discharged.
Although it was not identified by PCR of the HSV-1 in the CSF, there persisted positive serologies for herpes. If we consider the time when meningitis and the facial herpes appeared we tend to believe that it may be associated with the patient's clinical condition.
In summary, this is a report of a young woman with meningococcal meningitis complicated by bilateral peripheral facial palsy. Bilateral palsies usually reflect an underlying systemic pathology, and the prognosis is dependent on the etiology.
If the etiology can be identified and successfully dealt with the prognosis is excellent, but may be worse in elderly people, especially in immunocompromised individuals.
Patients with bilateral facial palsies need thorough assessment and follow-up.
reFerenCeS

